SUMMARY Since non-specific chest pain, which is a common feature after myocardial infarction, may be due to a mild form of Dressler's (postmyocardial infarction) syndrome 80 patients were studied after confirmed myocardial infarction. Two 
infarction.' These clinical features are often accompanied by a raised erythrocyte sedimentation rate, and his original idea that an immune process might underly the condition has been supported by the discovery in the blood of antibodies to cardiac muscle.2 3 The incidence of Dressler' s syndrome has been about 3% in most studies4 5 including Dressler's own study of 44 patients. 6 The postcardiotomy syndrome is generally considered to be an analogous condition after cardiac surgery.
We had found that many patients attending a coronary follow up clinic complained of sharp non-specific chest pain, which was Williams, Nagle, Thompson very characteristic pain and malaise. We consider that these cases were examples of Dressier's syndrome and their number agrees with previous experience of the incidence of this condition (approximately 3%).
Of the remaining 78 patients, 23 had chest pain, which could possibly represent a mild form of pericarditis or pleurisy. The proportion of symptomatic cases with a weakly positive antimyocardial antibodies result (3/23) was similar to that among patients who were pain free (6/55). This suggests that a weakly positive result is of no clinical significance.
A raised erythrocyte sedimentation rate was not more common in patients with pain, and indeed 20 asymptomatic patients had rates of at least 40 mm/first hour. Patients with more severe infarcts according to our clinical criteria had on average higher rates than did mild cases, but even some mild cases had abnormally raised rates. Most patients have a raised rate soon after myocardial infarction. The factors which determined the rate at the time of our follow up study six weeks later are not known, but the severity of muscle damage may be one of them. Clearly, a raised rate is of no help in the diagnosis of Dressler's syndrome.
The question of the true cause of non-specific sharp chest pain after myocardial infarction remains unanswered. Increased psychological sensitivity to mild skeletal pains, associated with a return to full activity after a period of immobilisation, seems a likely possibility. The symptoms often respond well to reassurance, explanation, and exercise.
This study tends to support the conventional view that Dressier's syndrome is an uncommon complication of acute myocardial infarction and makes it unlikely that the non-specific chest pain found so commonly during convalescence represents a mild form of it. A weakly positive antimyocardial antibody result test and a raised erythrocyte sedimentation rate are both quite common and of no diagnostic value in this connection.
A recent study by Welin et al, using the erythrocyte sedimentation rate as one of the diagnostic criteria, showed that the postmyocardial infarction syndrome tended to occur in larger infarcts. I' They also suggested that a positive antimyocardial antibody result might be of help in the diagnosis. We consider that our study provides further evidence that a strongly positive result is of use in diagnosing the postmyocardial infarction syndrome (possibly replacing the erythrocyte sedimentation rate as one of the diagnostic criteria).
